Four women with fever, arthromyalgias, pericarditis, pleural effusion, high erythrocyte sedimentation rates, and lymphopenia had mitochondrial antibodies in the serum in the absence of antinuclear antibody. Their illness lasted [5][6][7][8][9][10][11][12] weeks and the antibody test results became negative on remission. Absence of specific bacteriological findings, normal antistreptolysin 0 titres, resistance to antibiotics, and good response to steroids suggested that these cases represented a milder and less persistent form ofthe syndrome resembling systemic lupus erythematosus described by German authors.
Introduction
Serum mitochondrial antibodies are found mainly in patients with primary biliary cirrhosis (Walker et al., 1965) and related chronic liver diseases (Doniach et al., 1966; Doniach and Walker, 1974) . They have also been detected in collagen disorders with (Walker et al., 1970; Whaley et al., 1970) or without (Fulford et al., 1972) subclinical liver involvement. In the general population their prevalence is 0 4-0 7%.
A clinical syndrome resembling systemic lupus erythematosus (S.L.E.) and characterized by the presence of circulating mitochondrial antibodies was described in Germany (Maas and Schubothe, 1973; Berg et al., 1973) . We report here four similar cases which differ from those previously described in that the clinical condition went into remission and biochemical abnormalities were transient. Mitochondrial antibodies were present in the acute stage in titres varying from 50 to 200. Two patients had become negative for mitochondrial antibodies when retested at six months, and in the other two they persisted for at least six weeks and four and a half months, with negative results a year after recovery. Antinuclear (A.N.A.) and smooth muscle antibodies were never found. In our laboratory we found that the general incidence of mitochondrial antibodies was low; out of 1145 mixed hospital patients tested 13 were positive for antibodies in addition to the four patients described. Nine of these patients had primary biliary cirrhosis, two had chronic active hepatitis, one had Sj6gren's syndrome, and one had autoimmune haemolytic anaemia.
Discussion
The clinical manifestations in the four patients suggested a mild collagen disorder. The female sex; presentation with fever, arthralgia, myalgia, pleural effusion, and pericarditis; the high E.S.R. with lymphopenia; the negative bacteriological findings and A.S.0 titres; and resistance to antibiotics with good response to steroids are all suggestive features. Classical S.L.E., however, is unlikely in view of the relatively short duration of the illness Conversion: SI to Traditional Units-W.B.C.: 1 x 10'/l = 1000/mm'. Immunoglobulins: 1 g/l = 100 mg/100 ml.
5-12 weeks-the normal serum immunoglobulin and complement levels, and the absence of L.E. cells and A.N.A. Mitochondrial antibodies occur in 5-8% of patients with collagen disorders though not as a rule in typical S.L.E. Some patients with mitochondrial antibodies who were studied had subclinical liver disease with raised alkaline phosphatase levels and periportal lymphoid cell infiltrates on liver biopsy (Walker et al., 1970; Whaley et al., 1970) . Others presented with a chronic neurological disorder resembling multiple sclerosis (Fulford et al., 1972) . A larger series with a clinical picture suggestive of S.L.E. with mitochondrial antibodies was reported by Maas and Schubothe (1972) could not be attributed to cardiolipin antibodies since tests for syphilis gave negative results (Catterall, 1972) . The cause of this new S.L.E.-like syndrome, the stimulus to mitochondrialantibody synthesis, and the long-term outcome of the disease are as yet unknown. It will be of interest to follow patients with repeated antibody tests to see if further clinical exacerbations are preceeded by the reappearance of the antibodies, as occurs in the case of DNA-antibodies in classical S.L.E.
Introduction
The use of chemotherapy for patients with hepatic metastases requires a simple method for monitoring the response. The results of radioisotope methods (scintigraphy) are disappointing since the resolution is poor and uptake of isotope depends on phagocytic function, which may be impaired by chemotherapy. Radiological methods require repeated vascular intrusion, which is especially hazardous in patients suffering from hemostatic defects resulting from thrombocytopenia or extensive liver disease.
Grey-scale ultrasonography offers a simple non-intrusive means of visualizing the normal liver parenchyma and detecting small metastatic deposits which replace the normal anatomy (Taylor and Carpenter, 1974). Serial examinations during
